Introduction
Neurogenic blepharoptosis induced by peripheral oculomotor nerve injury is rare and occasionally occurs due to eyelid trauma [1] or compressive lesions, such as pituitary tumors [2, 3] or cerebral aneurysms [4] . We describe 3 patients with complete blepharoptosis after reduction for blowout fracture on the medial wall. To our knowledge, this is the first report of isolated unilateral neurogenic blepharoptosis following orbital wall reconstruction.
Case Report
Three previously healthy patients (1 male, 2 female; aged 30-41 years) underwent reconstruction of an orbital medial wall fracture. The orbital wall reconstruction was performed under general anesthesia via the transcaruncular approach using endoscopy and Medpor barrier sheet implantation after the reduction of the fracture. They had unilateral complete upper eyelid ptosis with no levator palpebrae superioris muscle function immediately after their recovery from anesthesia. Additional findings included minimal eyelid ecchymosis, eyelid edema and subconjunctival hemorrhage which all presented preoperatively. All 3 patients had full conjugated ocular motility in the entire field of gaze and no anisocoria ( fig. 1 ). They received oral prednisolone at a dosage of 1 mg/kg per day for 4 days with gradual tapering off (10 mg for 4 days) and discontinuation. In order to evaluate the change of the lid state in these 3 patients with ptosis, the marginal-reflex distance 1, vertical fissure height and levator function
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Discussion
Acquired postoperative blepharoptosis [5] is a wellrecognized complication of anterior segment surgery. Paris and Quickert [5] stated that the most common rate of this complication after cataract surgery is 1-2%. However, a search of the Medline database (search words used: blepharoptosis, orbital surgery complication, orbital wall reconstruction complications) showed that no studies have been published about postoperative blepharoptosis related to orbital surgery. We treated 472 cases of orbital medial wall fractures at the Gachon University, Gil Medical Center, between September 2000 and October 2005, and the operations were performed by 3 surgeons using a single method. In that time, we experienced 3 cases of unilateral blepharoptosis (0.6%) postoperatively. The mechanism by which this condition develops appears to be neurogenic, as evidenced by the complete loss of levator function with minimal eyelid edema. In such cases, ptosis is caused by the involvement of the superior division of the oculomotor nerve, which innervates the superior rectus muscle on its inferior surface before terminating in the overlying levator palpebrae superioris muscle [6] . Given that there is no loss of superior rectus muscle function, the site of injury is presumed to be the oculomotor nerve branch to the levator palpebrae superioris muscle at or near its insertion, and to result from stretching with excessive manipulation. In our cases, all 3 patients underwent reconstruction for medial wall fracture. Such fractures are more difficult to reduce than inferior wall fractures, due to bleeding, poor surgical exposure, and technical problems and, therefore, more excessive manipulations with surgical instruments were required. Especially the size of the fracture was so large in these 3 cases as to reach the superior orbital wall, with the result that more complicated techniques were needed. These excessive manipulations may cause ischemic damage to the superior branch of the oculomotor nerve. Our patients completely recovered with normal symmetric eyelid positions and levator function after initial high-dose steroid pulse therapy followed by gradual tapering off for a month, and there was no recurrence during the 6-month follow-up period after the operation. It is believed that a massive dose of steroids provides an antioxidant effect, thereby protecting the neural tissues from the free radical damage that usually occurs after ischemic injury [7] . However, it was not clear whether cortisone can cause a recovery. So, the possibility of spontaneous recovery should be considered. In summary, isolated neurogenic blepharoptosis after orbital medial wall reconstruction is a rare but favorable disease that may result from ischemic damage at the end portion of the superior branch of the oculomotor nerve in the orbit. High-dose steroid therapy early in the course of the disease was effective, and complete resolution was achieved within 1 month.
